Introduction
The origin of my argument that some homosexual behaviour has a biological cause is clinical. In the course of treating 43 unselected patients presenting complaining of homosexual behaviour and oftreating a further 30 selected patients in a clinical trial, it was noticed that patients who never had a history of heterosexual interest throughout their lives appeared to do rather less well than those patients who did give a positive heterosexual history. Preliminary calculations at the end ofthe trial confirmed this impression and the patients are divided into two categories, primary and secondary homosexuals, the former being those cases who, by their own report, had never at any time shown any heterosexual interest. Because the importance of this primary -secondary dichotomy was not appreciated at the beginning of the trial, the random assignation of patients to treatment was made without reference to this factor. Within that trial the small group and sub-group numbers made statistical evaluation difficult but, however, it was possible to combine the total cohort of 30 trial patients and 36 of the series patients for analysis and the association between primary homosexuality and successful outcome at latest follow up was significant (p = <o.ooi). During the course of our control trial between two kinds of aversion therapy and psychotherapy we saw a 24 year old man who was one of a pair of identical twins. His twin was exclusively heterosexual. The patient referred himself via his general practitioner Shapiro et allI relating to brain feminisation and to the protection ofthe brain from the masculinising effect of both androgens and oestrogens by progesterone provides a new theoretical basis for an explanation of primary lesbianism. We suggest that this behaviour arises from a male differentiated brain in a genetic female. As with male homosexuals, we suggest that primary lesbians could comprise aetiologically heterogenous groups consisting of subjects whose foetal hypothalami were insufficiently feminised and/or protected from normal amounts of oestrogen by deficits in progesterone and subjects whose brains were masculinised by abnormal amounts of androgen in the presence of a normal amount of progesterone.
The nature of the in utero defect Bidlingmaier et al'3 in a very striking experiment have described how an immune reaction to testosterone in the pregnant rabbit could alter the sexual development of male offsprings. They produced pregnant female rabbits whose serum contained antibodies capable of neutralising the biological activity of testosterone and whose male offsprings were shown to have elevated serum testosterone levels and a development of their reproductive system identical to that in a normal female rabbit. This experiment demonstrates that testosterone antibodies can pass the placental barrier and that developing sex organs can be deprived ofthe effect of testosterone (despite a feedback-induced increase in absolute testosterone level) leading to changes in morphogenesis similar to testicular atrophy experiments in other species.
Conclusion
Where an identifiable enduring pattern of behaviour is known to arise predominantly from environmental factors, life experience and self regulated behaviour, society at large feels free to take a hostile view if the behaviour in question is one which has been proscribed. In the case of homosexual behaviour there remains much hostility and disapprobation towards homosexuals even amongst the supposedly more enlightened members of society such as doctors, lawyers and judges. It seems clear to me that a biochemical view of the aetiology of primary homosexuality, if upheld, is bound to lead to a marked change in the attitudes of the public and professions to homosexuals and to a different view of society by the homosexuals themselves.
